The prospective dorsal prosencephalon includes rostrally the telencephalic domain, which later evaginates bilaterally after neurulation, producing the telencephalic vesicles, and caudally the diencephalic domain. Fate maps of the chick and zebrafish neural plates have so far mapped the telencephalic field, showing that the prospective subpallium lies rostrally, whereas the pallium lies caudally, adjacent to the rostral diencephalon. The origin of the chick telencephalic domain and its regionalization into subpallial and pallial areas are not well understood at gastrula stages. In order to examine these aspects, we performed a detailed fate map of the prospective telencephalic domain by using homotopic fluorescent grafts, combining these data subsequently with an ISH map of molecular changes in expression patterns detected at and E-cadherin at protein level by immunohistochemical detection. E-cadherin plays important roles in cell adhesion and we found the differences of E-cadherin expression on the oral and aboral parts of dental lamina. At later stages of lamina regression, the presence of E-cadherin was decreased on both sides of the lamina. MMP2 is a degenerative enzyme involved in the basement membrane breakdown. The elevation of MMP2 occurred on the aboral side of dental lamina where acidophilic cells are present.
plates have so far mapped the telencephalic field, showing that the prospective subpallium lies rostrally, whereas the pallium lies caudally, adjacent to the rostral diencephalon. The origin of the chick telencephalic domain and its regionalization into subpallial and pallial areas are not well understood at gastrula stages. In order to examine these aspects, we performed a detailed fate map of the prospective telencephalic domain by using homotopic fluorescent grafts, combining these data subsequently with an ISH map of molecular changes in expression patterns detected at In the prenatal period, there are continuous morphological changes happening within the dental lamina of minipig embryos.
Cells facing tooth anlagen start to contain acidophil cytoplasm with enlarged cytoplasmic processes and some of them are disconnected from the lamina. While apoptosis was not confirmed as the main mechanism of lamina regression, we aim to test the possibility of epithelio-mesenchymal transformation of lamina cells. Here, we examine the presence of EMT markers MMP2
and E-cadherin at protein level by immunohistochemical detection. E-cadherin plays important roles in cell adhesion and we found the differences of E-cadherin expression on the oral and aboral parts of dental lamina. At later stages of lamina regression, the presence of E-cadherin was decreased on both sides of the lamina. MMP2 is a degenerative enzyme involved in the basement membrane breakdown. The elevation of MMP2 occurred on the aboral side of dental lamina where acidophilic cells are present.
The dynamic pattern of both EMT markers during the regression of dental lamina was in the agreement with the changes appear- 
Canada
Embryonic wound healing is both a mechanical process, driven by intra-and intercellular forces, and a genetic process, regulated by an array of signalling molecules.
Our goal is to understand the fundamental biology and dynamics of embryonic wound healing -to connect the phenomenology of wound-margin shortening to the underlying cytoskeletal mechanics and genetic regulatory networks.
As a model system, we are using the epidermal tissue of fruit fly embryos (Drosophila melanogaster) at stage 15, just after formation of the epidermis. This system is well-suited to integrated genetic and mechanical studies because we can generate precise wounds with laser-microsurgery, and follow the cellular details of wound closure in living, GFP-labeled embryos, both in wild type and in mutants, via confocal microscopy. We are collaborating with a group of computational biologists to generate a mathematical model of wound healing that will help us to understand this process. shown to disrupt E-cadherin-based cell-cell adhesion. Here we report that an active Arf6 mutant, Arf6Q67L, which cannot be hydrolyzed, recruits EPB41L5 to the plasma membrane and EPB41L5 binds to AMAP1, a effector for GTP-Arf6. Immunoprecipitation analysis showed that Arf6Q67L coprecipitates with EPB41L5. GEP100 is known to bind to a-catenin and, together with Arf6 and AMAP1 is also thought to function in integrin recycling.
The details of the interaction among EPB41L5, Arf6, AMAP1 and GEP100 will be discussed. 
